pear to play a major role. Asn214 and Asp215 are located in the motif of Trp-Asn-Asp which is present in the most of the reported C-type lectins. Mutant SP-As substituted in these reisdues lack carbohydrate binding activity, indicating the importance of Trp-Asn-Asp motif for carbohydrate recognition. SP-A has two potential N-linked carbohydrate attachment sequences. In previous studies the N-linked carbohydrate chains were shown to be recognized by viruses. However, the deletion mutants of the oligosaccharide attachment domains of SP-A had little or no alteration in the binding to MSGs, indicating that N-linked oligosaccharides of SP-A are not required for the interaction with MSGs. P. carinii is a ubiquitos and oppotunistic pathogen, and a common cause of life-threatening pneumonia in imminodeficent patients. Patients with the acquired immunodeficiency syndrome (AIDS) who are infected with P. carinii have 2-3 fold elevations of SP-A in bronchoalveolar lavage [Sternberg, RI., Whisett, J.A., Hull, W.M., and Baughman, R.P., (1995) J. Lab. Clin. Med. 125, [462] [463] [464] [465] [466] [467] [468] [469] . SP-A has been shown to enhance adherence of P. carinii to alveolar macrophages, suggesting an opsonic role for the protein. The other hand increased SP-A may enhance pathogenicity by adhering to the P. carinii organism and interfering with host defenses. In this article it was shown that the first step of the binding of SP-A to P. carinii is mediated by lectin-carbohydrate interaction, however this interaction gives bnefits to us ? It still remains to be elucidated whether increased concentration of SP-A in blonchoalveolar lavage fluid is a cause or consequence of P. carinii infection, and whether SP-A is detrimental or beneficial to the pathogenesis of P. carinii pneumonia.
